Leprosy (Mycobacterium leprae): Epididymo-orchitis is common. Not only is there vasal and duct blockage, but Hansen's bacillus may involve both tubules and Leydig cells; this may be a factor in the development of gynaecomastia (Browne 1980) Bilharzia: Schistosoma mansoni infects bladder, prostate and sometimes genitalia; fibrosis and ductal blockage may occur. In early, mild cases where the egg load is low, treatment with niridazole is beneficial Parasitic infections: e.g. hydatid, loa loa, microfilaria, etc. can lodge in the genital tract Bacterial or virus infections may depress spermatogenesis, e.g. typhus, typhoid, yellow fever partner. Any febrile illness may depress the sperm count for four to six months. In India smallpox is a common cause of epididymal duct obstruction (Phadke et al. 1973) ; and sexually-transmitted disease, now on the increase worldwide, can cause inflammatory destruction or fibrosis of the reproductive system. Clinical patterns are affected by geographical location: in the Western world sexually-transmitted diseases, mumps and tuberculosis are the main infective causes of male infertility.
Nonspecific urethritis (NSU) can be complicated by epididymitis in 2% of men (King 1972) . The mycoplasma Ureaplasma urealyticum may be isolated in many cases of NSU, and chlamydia in over half. In 40% of men with nonspecific epididymitis chlamydia is found on culture of the aspirate of the tunica; the isolation rate in the prostatic fluid is much lower (Berger et al. 1978) . Dr Elizabeth Rees, of the Department of Venereology in Liverpool, has found a similar high isolation, rate of chlamydia in patients with NSU and in their partners (1981, personal communication) . Currently we are studying men with acute epididymitis and have found many with chlamydia. Chlamydia is also the organism responsible for lymphogranuloma venereum. The role of U. urealyticum is less certain, there being no conclusive evidence that it is a cause of male infertility; indeed, Viarengo et al. (1980) have found it in 60% of healthy men on culture of the prostatic secretion. Suffice it to say that there is good evidence that chlamydia is likely to cause nonspecific epididymitis; that it is difficult to isolate and culture; but for the clinician it is reassuring to know that there is a good response to treatment with tetracyclines or metronidazole. In urological practice only 2% of patients with gonorrhoea present as epididymitis. R Schoysman of Belgium (1977, personal communication) has reported favourable results from vaso-epididymotomy for ductal blockage in gonococcal cases.
The incidence of mumps orchitis is higher after puberty, occurring in 15-25% of men. It usually occurs about 4-7 days after parotitis, but may occur without parotid involvement. Of postpubertal cases of mumps, 20-25% have orchitis and in about one-third of these it is bilateral. Gross atrophy of both testes results in sterility: however, in only about half of bilateral cases is there any testicular atrophy and this is usually slight and on one side only. Progressive fibrosis over the years may lower fertility, but fortunately most cases are mild, unilateral and focal. Only 5% of all men with mumps orchitis become sterile. However, it must be remembered that there may be depression of spermatogenesis for up tq nine months afterwards. In the acute case, treatment with steroids and mumps vaccine may avert sterility. In a personal series of24 cases followed for two years (unpublished), 3 have bilateral atrophy and are azoospermic. There is oligospermia below 20 x 10 6/ml in 3 without testicular atrophy and 4 with unilateral atrophy. The remaining 14 cases have normal analyses and there have been 6 pregnancies.
Tuberculosis is well known as a cause of infertility. A combination of destructive lesions and blockage is the mechanism. In the past three years, 10 new cases of genitourinary tuberculosis have been seen by the author. Five of these men had impaired fertility and in 3 the sperm count and quality improved after treatment; all were fresh cases with a short history. Similar encouraging results have been noted by Obrant & Lindquist (1964) . The treatment regimen used is that described by Gow (1979) . Rarely has tuberculosis been sexually transmitted (Lattimer et al. 1954) .
Finally, coliform infection in the male may occasionally impair fertility. Isolation of the organism by localization techniques has been described (Meares & Stamey 1972) , and the management of bacterial prostatitis has recently been reported (Stamey 1981) . Coliform infection will give a poor quality of semen (Ulstein et al. 1976) . Staphylococcal infection is also common. Many men with bacterial prostatitis have failed to achieve fatherhood, but prolonged treatment with co-trimoxazole for at least three months will eliminate infection and in some fertility will be restored. Six out of 10 men with prostatitis referred to the Infertility Clinic at the Royal Liverpool Hospital have achieved parenthood following such a regimen. Other workers have had similar results: Fortune (1980) found that staphylococci were often isolated, and after treatment there was a statistically significant increase in the pregnancy rate. Meares (1978) has reviewed the diffusion of antibiotics into the prostatic fluid: trimethoprim is one of the few that will achieve a satisfactory concentration in the prostatic tissues.
In conclusion, the clinician involved in the management of the infection associated with male infertility will need to take a careful history; be meticulous in the collection of specimens and acknowledge the invaluable help of colleagues in other disciplines; and be aware that some therapeutic agents may themselves depress spermatogenesis.
